The development of increased airways obstruction soon after aspirin ingestion is a well recognized clinical entity (Samter and Beers, 1967) . It is seen more commonly in females and typically it is associated with the presence of vasomotor rhinitis and nasal polyposis. The same effect may be produced by other simple analgesics, eg, paracetamol (Smith, 1971) . The underlying pathogenetic mechanism is unknown. The sharp increase in airways obstruction soon after ingestion suggests an allergic reaction. Extensive studies, however, have failed to find an immunological mechanism (Giraldo, Blumenthal, and Spinks, 1969;  Girard, Hildenbrandt, and Favre, 1969) , and IgE levels have been within normal limits (Henderson, Swedlund et al., 1971) . Asthmatics with aspirin idiosyncrasy are considered to form a subgroup of intrinsic asthma.
It has been suggested that the complement system may be activated directly by aspirin in sensitive subjects (Yurchak, Wicher, and Arbesman, 1970) and that this may lead to the elaboration of anaphylatoxins which in turn release histamine and other mediators of the allergic response by a mechanism independent of IgE.
Measurements of complement components in asthma have recently revealed high levels of C4 in the serum of allergic asthmatics and low levels in the serum of non-allergic asthmatics (Kay et al., 1974) .
In the present study, Levels of C3 and C4 were measured by radial immunodiffusion using monospecific antisera raised in the rabbit (Lachmann, Hobart, and Aston, 1973) .
Levels of IgE were measured by solid phase radioimmunoassay using the Phadebas Kit (Pharmacia) in which the anti IgE was raised in the rabbit. The IgE of the standard sera in the kit was checked against WHO standard 68/341 and both had virtually identical values.
RESULTS
The complement profiles and IgE values for the groups with aspirin idiosyncrasy and for the control groups are outlined in the Figure. The mean complement components for the two groups were as follows: There was no significant difference in the complement profiles between the two groups.
The IgE levels were mostly in the lower range in both groups. The mean IgE in the asthmatic groups was 281 IU per ml and in the controls it was 150 IU per ml. The two asthmatic patients with raised IgE levels had positive skin tests.
DISCUSSION
Asthmatic patients with aspirin idiosyncrasy form a subgroup of chronic (intrinsic) asthma. Recently, chronic asthmatics have been shown to have lower levels of circulating C4 than episodic (extrinsic) patients. In the present study, however, there was no significant difference in the levels of complement components between asthmatic patients with aspirin idiosyncrasy and controls. Apart from the two atopic patients the finding of normal IgE 
